Introduction
Since the introduction of renal biopsy, several studies have been carried out in Western countries in order to find out the clinico-pathological correlations in renal diseases (Hutt, Pinniger & de Wardener, 1958; Parish et al., 1961; Bergstrand & Bucht, 1961) . Most (Briggs, 1961; Vaishnava, Gulati & Aurora, 1969) . However, in recent years, a few reports indicating divergent views on the correlation of glomerular changes with functional alterations in amyloid disease of the kidney have appeared in the literature (Bell, 1950; Heptinstall & Joekes, 1960; Bergstrand & Bucht, 1961) .
Of late, renal amyloidosis has assumed much greater clinical significance, because it has been recognized to be the commonest underlying cause of the nephrotic syndrome in adults in this part of the world (Sarin & Sarin, 1960; Vaishnava et al., 1969) . Renal Daily excretion of urinary proteins was estimated in every patient by the turbidimetric method (King, 1964) . Biochemical tests included the determination of plasma proteins, serum albumin, serum cholesterol and blood urea by the standard techniques (King, 1964 
Results
Baseline studies Clinical severity. According to the clinical criteria described earlier, there were fifteen patients with mild (+), eighteen with moderate (++) and twenty-two with severe disease (++ +). The duration of oedema ranged from 10 days to 1 years, mean being 4-5 ± 195 months. High blood pressure (over 150/90 mmHg) was seen in five patients, four of whom were uraemic; two had lesions suggestive of chronic pyelonephritis on renal biopsy. The predisposing illness was pulmonary tuberculosis in forty-six cases, bronchiectasis in three, tuberculous lymphadenopathy in three, rheumatoid arthritis in two and lepromatous leprosy in one. The duration of the predisposing illness prior to the development of oedema was known in forty-nine patients. It ranged from 5 months to 7 years, and was less than 1 year in thirteen and 1 year or more in the remaining forty-two patients.
Severity of proteinuria. Daily protein excretion ranged from 3-2 to 12-6 g/24 hr (mean 7-2+2-1 g/ 24 hr). It was less than 5 g/24 hr in nineteen and 5 g or more in the remaining thirty-six patients.
Biochemical abnormalities. Serum proteins were less than 5 g/100 ml in forty-seven patients (mean 4-8 t1-4 g/100 ml). Serum albumin was less than 2-5 g/100 ml in all (mean 19 ±0-75 g/100 ml). Levels of serum cholesterol were over 200 mg/100 ml in thirty-three patients, range being 156-605 mg/100 ml (mean 256 ±68-5 mg/100 ml).
Functional derangement. This was assessed by the estimation of blood urea in all and creatinine clearance in forty-one patients. Blood urea levels ranged from 24 to 197 mg/100 ml; it was over 60 mg/100 ml in twenty-three patients, all of whom died. The creatinine clearance ranged from 25-4 to 68-5 ml/min (mean 58-5±13-0 ml/min), a clearance rate of less than 60 ml/min was found in thirty patients. (Table 2) . Duration of symptoms and grade of histological lesions. There was no apparent correlation between the clinical severity and the duration of symptoms. One might expect that, being a long-standing disease, a correlation might exist between the duration of symptoms and the histological severity but on statistical analysis there was no significant correlation between these two factors (Table 3) . Statistical evaluation P >0-10 (not significant) Duration of predisposing illness and grade of histological lesions. This correlation was possible in forty-nine out of fifty-five cases, as the predisposing illness in the remaining six patients was detected only on routine examination and by roentgenography. Apparently, as the duration of symptoms of the predisposing illness increased, the value of the amyloid factor also increased. This was further supported by the statistical analysis which revealed significant correlation (P > 0'02), (Fig. 1) 
Discussion and conclusions
It is well known that amyloid deposition in the kidney provides the first and sometimes the sole clue to the presence of this disorder in the body. The severity of the clinical manifestations of renal amyloidosis may be related to the extent of renal deposition of amyloid as well as to its duration. But it is evident from (Aurbach & Stammerman, 1944) . Bell (1950) suggested that the degree of hypertension in renal amyloidosis could be correlated with the extent of amyloid involvement of the kidney. This, however, was not borne out by the present study. In general, the prevalence of hypertension is believed to be either lower than or comparable with that of the normal population in different age-groups (Dahlin, 1949; Zuckerbrod, Rosenberg & Keyden, 1956; Vaishnava et al., 1969) . Raised blood pressure, whenever present, was associated with concomitant renal insufficiency and changes of chronic pyelonephritis were seen on renal biopsy in two out of six hypertensive patients.
It is noteworthy that the extent of amyloid deposition in the kidney was significantly correlated with the duration of the existence of the known predisposing illness (P <0-002) . This fact has not been brought out in the earlier reports (Dahlin, 1949; Briggs, 1961 (1960) in renal amyloidosis, and by Berman & Voglestrong (1963) and Cohen & Levitt (1963) , in cases of glomerulonephritis.
The nephrotic syndrome characterized by massive oedema, gross proteinuria and hypoproteinaemia was the commonest mode of presentation in our cases of renal amyloidosis. In spite of the absence of a significant relationship between the degree of proteinuria and the grade of amyloid factor the latter was significantly correlated with the abnormalities of serum proteins (P <0-001).
In recent years, certain workers have commented on the well-preserved renal function in the presence of marked glomerular changes in amyloidosis (Bergstrand & Bucht, 1961) . In the present study, although there was no significant correlation of blood urea levels with the intensity of amyloid deposition in the glomeruli, yet when the latter was correlated with the endogenous creatinine clearance, a statistically significant correlation emerged (P <0-002). Bell (1950) 
